. Feeding of aflatoxin continuously for 3 weeks to chicks caused a doserelated reduction in incorporation of [14C]acetate into long-chain fatty acids of the liver (5) . According to results of tests by Shank and Wogan (11) , multiple administration of sublethal amounts of aflatoxin caused lipid to accumulate in the duckling liver. Aflatoxin also inhibited incorporation of radioactive glucose into the liver lipid. Overall changes in synthesis or composition of liver lipids were not observed when tests were done with rats.
Accumulation of lipids in the liver of mink (Mustela vison) was one of the prominent changes that occurred when this animal died of acute aflatoxicosis (C. C. Chou, Ph.D. thesis, Univ . of Wisconsin, Madison, 1974) . Conse Thin-layer chromatography on Silica Gel G with petroleum ether-diethyl ether-acetic acid (90:10:1, vol/vol/vol) as the developing solvent was used to separate the lipid fractions from the total lipids extract (8) .
(iY) Determination of lipids. Total lipids were determined by measuring the radioactivity of the total lipids extract. A scintillation solution consisting of 100 g of naphthalene, 10 g of 2,5-diphenyloxazole, 0.25 g of 1,4-bis- [2] -(5-phenyloxazolyl)benzene in 1,000 ml of dioxane was used. Radioactivity was measured with a Packard model 3320 automatic Tri-Carb spectrometer (Downers Grove, Ill.).
Lipid fractions were measured by scrapping off the appropriate spots from the thin-layer chromatogram and counting the material directly after mixing with scintillation solution.
In vivo experiment. (i) Experimental design. Nineteen female mink weighing between 510 and 770 g were used in this experiment. Ten mink were injected intraperitoneally with 600 j,g of aflatoxin B, dissolved in dimethyl sulfoxide per kg of body weight. Nine other mink were injected with dimethyl sulfoxide and served as controls. At various intervals (0, 6, 16, 24, and 36 h after toxin was injected), two mink treated with toxin and two control animals (except for the 36-h interval only one mink was used as a control) were injected intraperitoneally with 10 uCi of [2-'4C]sodium acetate per 100 g of body weight. They were sacrificed 4 h later and examined for 14C radioactivity in liver lipids.
(ii) Extraction and chromatography of lipids. The liver was homogenized with 20 volumes of chloroform-methanol (2:1, vol/vol) for several minutes in a Waring blender, filtered through Whatman no. 2 filter paper under slight vacuum, and then washed with 20 ml of the solvent just described. The filtrate received 0.2 volume of 0.73% sodium chloride solution and was stored overnight. The aqueous layer was then removed by aspiration, and three successive washes with chloroform-methanol-0.73% sodium chloride solution (3:48:47, vol/vol/vol) were done, after which the liquid was concentrated in a rotary vacuum evaporator. Thin-layer chromatography as described above was used to separate different classes of lipids.
(iii) Determination of lipids. Lipids were measured using the methods described above for in vitro experiments. However, in this instance a scintillation solution consisting of 252.2 g of naphthalene, 18.4 g of 2,5-diphenyloxazole, 0.1839 g of 2-(1-naphthyl)-5-phenyloxazole, 1,400 ml of xylene, 1,400 ml of dioxane, and 840 ml of ethanol was used, and radioactivity was determined with a NuclearChicago Mark II liquid scintillation system (Nuclear-Chicago Corp., Des Plaines, Ill.).
( (5) reported that up to 20 ,ug of aflatoxin per ml ofincubation medium did not inhibit fatty acid synthetase in vitro. Our results do not confirm this report; instead, they are in accord with data of Lo and Black (7) . They reported that 50 ,ug of aflatoxin B, present in a Krebs-Ringer phosphate buffer containing human skin resulted in reducing the incorporation of radioactive acetate into lipids. Kato et al. (6) also reported that incorporation of [1-'4C] (Table 3) as compared with normal liver tissue (Table 1) . This was true even though the fatty liver tissue obtained from aflatoxin-treated mink responded in a manner similar to that of controls when they were exposed to a medium containing aflatoxin B,.
In vivo experiment. The amounts of [2-'4C]-acetate incorporated into lipids of mink liver at various times after toxin was administered are presented in Table 4 (7), and Kato et al. (6) suggested that the effect of aflatoxin on lipid metabolism is the primary lesion and is not secondary to the general effects on nucleic acid metabolism. Clifford and Rees (4) and Pong and Wogan (10) hypothesized that aflatoxin binds to deoxyribonucleic acid and thus interferes with ribonucleic acid polymerase and subsequently with protein synthesis. As a result of this damage, lipid metabolism is also affected. Furthermore, it was suggested that aflatoxin caused accumulation of lipid in the liver through some failure in the lipid transport system (11, 14) . In any event, further experimental data will be required to explain the effects of aflatoxin B1 on lipid metabolism observed in this study.
Aflatoxin M, has been found in the liver of rats treated with aflatoxin B1 (2, 11) . We found a trace amount of both aflatoxins B1 and M1 in livers of those mink sacrificed at 4 and 10 h after toxin was administered. No aflatoxin was recovered from livers of mink killed at 20, 28, and 40 h after toxin was injected. It is possible that the toxin was metabolized through pathways other than the one that leads to formation of aflatoxin M1. Hence, transitory and highly reactive derivatives could be produced. Such derivatives could react with protein to form Schiff bases (9) and thus escape analytical detection.
